groups, and two of the post partum group. In one patient of the last group a high value was obtained, though it was by far lower than that in toxemic pregnancy. Eight of the 13 patients in the toxemic group were observed to have increased plasma renin. It is evident from this study that the renin-angiotensin system is concerned in the toxemia of pregnancy.
But the question as to whether the elevated renin in toxemia originates from the kidney or from the pathological placenta
is not yet solved.
Toxemia of pregnancy is a symptom complex which occurs during pregnancy and consists of three essential manifestations; hypertension, proteinuria and edema. Although extensive attempts have been made to explain the genesis of toxemia, none is satisfactory to date. Recently it has been assumed that a humoral substance is liberated and changes the metabolism of the gravids. Hunter and Howard1) reported that there occurred a pressor substance, named "histerotonin", in the placenta and the plasma of toxemic patients, which caused hypertension. On the other hand, many investigators2-7) observed that the excretion and the secretion of aldosterone were increased in pregnancy. In recent years, it has been made clear that the factor regulating excretion and/or secretion of aldosterone is renin-angiotensin systems8,9).
In the earlier papers10,11) from this laboratory on the assay of circulating ren in, it was reported that plasma renin was elevated in patients with secondary aldosteronism and in normal subjects under salt deprivation, a condition known to 55 stimulate aldosterone secretion. These findings suggest that the change of aldo sterone secretion might be mediated by renin-angiotensin system8,9).
In this paper plasma renin was investigated in normal and toxemic preg nancies. 
METHODS

MATERIALS
Estimation of plasma renin was made in forty-five women aged between 14 and 47 years; 18 non-pregnant, 11 normal pregnant, 13 toxemic pregnant and 3 post partum women. In one of the toxemic group, plasma renin was further estimated after delivery.
All of the non-pregnant women did not suffer from secondary aldosteronism. None of the normal pregnant women showed abnormality in the clinical conditions at 36-40 weeks' gestation.
The diagnosis of toxemia was based on Dieckman's classification12) ; among 13 toxemic patients, one was eclamptic with two attacks and the others were pre eclamptic.
The post partum subjects, though suffered from toxemia during pregnancy, showed no clinical symptoms after delivery. 
DISCUSSION
Toxemia of pregnancy is called a `disease of theories', and a great deal of studies on the genesis have been made, but without much success in explaining the state completely.
Since the clinical symptoms of toxemia resemble those of secondary aldosteronism, the estimation of plasma renin in toxemic pregnancy may become a clue to solve the present problem. Some attempts13) have been made to relate renin to the hypertension in pregnant women. The present study revealed that the plasma renin levels in the toxemic women are higher than in the non-pregnant. This is the first report * Proteinuria and edema were observed in all subjects . ** Plasma angiotensin in N .S. was estimated again after delivery.
4) Post partum group
might be mediated by renin-angiotensin system. Their method, however, is described so briefly that their study cannot be evaluated adequately. The release of renin has been reported to be determined by the intrarenal hemodynamics. During toxemic pregnancy, renal functions are depressed, but regression of these changes may take place in a week or so after delivery13,16)From these observa tions it is logical to assume that the renin secretion from the juxtaglomerular cells is elevated during toxemic pregnancy, and is reduced to normal after delivery. In accord with this assumption, plasma renin values in the postpartum subjects were lower than those in the toxemic pregnancy. Many investigators2-7) reported that the secretion or the excretion of aldo sterone increases in normal pregnancy. But the results on toxemia are conflicting : Some authors found higher aldosterone in toxemic than in normal pregnancy, while others no difference between the two groups. In contrast to these results, it was found in the present investigation that the plasma renin was elevated in toxemic but not in normal pregnancy, indifferent to the behavior of aldosterone.
Wei10,11) previously reported that plasma renin in malignant hypertension was higher than in benign essential hypertension, and that the changes of renin on salt depletion were quite different in the two groups. From these findings it has been supposed that there exists a fundmental difference in the mechanism of aldosterone secretion between the two groups. Similarly, the mechanism of aldo sterone secretion in pregnancy seems to be an exceptional case in the general relationship between renin-angiotensin system and aldosterone.
Since the toxemic symptoms develop during the gestation in formerly healthy women, the placenta seems to be involved in their pathogenesis. Hunter and Howard1) extracted a pressor substance "histerotonin" from the placenta and the plasma of toxemic patients and they discussed that "histerotonin" caused hypertension in toxemic subjects. The angiotensin extracted from the maternal plasma of toxemic patients could not be differentiated from the synthetic an giotensin pharmacologically and physicochemically. It seems likely that the histerotonin is a similar substance to the renin assayed in our laboratory.
Thus, there are three possibilities that higher plasma renin described in this report may originate from the pathological placenta or the impaired kidney, or both. The problem of the origin of renin, however, was not investigated in the present study. The pathological significance of renin in toxemic pregnancy, especially the origin of renin, will have to be thoroughly investigated in the future.
